Introduction
Chronic ulcerative jejunitis (Moritz, Moran and Patterson, 1971 ) is an uncommon condition not clearly distinguishable from coeliac disease with mucosal ulceration (Jones and Gleeson, 1973 (Kantor, 1939) Multiple jejunal biopsies taken with a hydraulic tube were grossly abnormal, showing subtotal villous atrophy, crypt hyperplasia, plentiful intraepithelial lymphocytes, eosinophil and plasma cell infiltration of the lamina propria and mild enterocyte pleomorphism. Surface ulceration was seen in one biopsy (Fig. 2) . A striking feature of all these and subsequent biopsies was a wide band of fibrovascular granulation tissue lying between the crypt bases and the muscularis mucosae (Fig. 2) .
Initial oral folate therapy (5 mg daily) corrected her macrocytosis, but as a further jejunal biopsy 6 months later was indistinguishable from that of untreated coeliac disease, apart from the fibrovascular band, she was started on a GFD. Stunted villi were present in a biopsy taken 3 months later but, after a further 9 months of imperfect adherence to the diet, multiple biopsies again showed patchy subtotal villous atrophy, and a surface erosion in one biopsy. After 18 further months on a normal diet with folate supplements, the patient's weight is rising and she continues asymptomatic, although she passes occasional loose pale stools. Haematological and biochemical indices remain normal.
Discussion
The benign course of this patient's disorder may relate in part to the relative structural normality of her jejunal enterocytes, and in part to functional sparing of the distal ileum as judged by normal vitamin B12 absorption. The anatomy and distribution of her intestinal lesion, with impaired xylose absorption and folate deficiency, would fit with a diagnosis of adult coeliac disease (Stewart et al., 1967) . However, this disease is generally defined in terms of morphological response of an abnormal mucosa to a GFD (Booth, 1970) . This patient's first follow-up biopsy suggested some improvement over the biopsy preceding gluten withdrawal, but multiple biopsies both previously and subsequently showed patchiness in the severity of villous atrophy, a recently confirmed finding in untreated coeliac disease (Scott and Losowsky, 1976) . Since the authors have failed to demonstrate an unequivocal morphological response to gluten withdrawal, they do not feel justified in labelling this patient as having coeliac disease, nor in urging her to return to a GFD in the face of her lack of symptoms. Even if she is considered to have 'unresponsive coeliac disease', it is uncertain that long-term strict adherence to a GFD would reduce her risk, albeit small, of developing intestinal malignancy (Holmes et al.. 1976) .
The earliest report of erosions in association with the coeliac lesion does not, regrettably, provide details of the patient's clinical status (Paulley, 1959) . Ulceration is now recognized as an occasional feature of coeliac disease, occurring even when the patient has been in remission on a gluten-free diet (Bayless et al., 1967; Jeffries, Steinberg and Sleisenger, 1968; Davidson, 1969; Moritz et al., 1971; Jones and Gleeson, 1973; Klaeveman et al., 1975) . In most of the reported cases, the ulcers are deep and chronic, extending at least to the muscularis propria. They are associated with abdominal pain, melaena, weight loss, severe malabsorption, stricture formation and, frequently, with a rapid downhill course, necessitating surgery. The relationship to ulcerative jejunitis with patchy mucosal atrophy is uncertain (Jeffries et al., 1968; Moritz et al., 1971) . In some cases (Clinicopathological Conference, 1972; Klaeveman et al., 1975) 
